Psoriasis is a chronic inflammatory autoimmune skin disease characterized by immune-mediated cutaneous inflammation and keratinocyte hyperproliferation. Psoriasis can be the early presenting cutaneous manifestation in patients with human immunodeficiency virus (HIV) infection, acquired immunodeficiency syndrome. We report three patients presenting with severe extensive cutaneous psoriatic lesions, psoriatic arthritis, cachehxia, oesophagitis, "Tambaram tongue" in whom initial serological testing for HIV was negative, but Westernblot test confirmed the diagnosis of HIV infection.
INTRODUCTION
Psoriasis is a chronic papulosquamous disorder that is commonly seen on an everyday basis in almost all dermatology clinics in India. The human immunodeficiency virus (HIV) infection has emerged as a major health problem that is being seen across all fields of medicine. Compared to immunocompetent individuals, atypical clinical presentation of these various infectious and inflammatory conditions is more frequently evident in HIVseropositive individuals .
Fulminant cutaneous manifest ations are common in patients with HIV/AIDS. Psoriasis can be the presenting cutaneous manifestation in a HIV infected individual and sometimes is found to be the early manifestation in patients having advanced HIV infection, acquired immunodeficiency syndrome (AIDS). 1 In this report, we describe three patients presenting with severe exacerbation of psoriatic lesions in whom initial serological testing for HIV was negative, but Westernblot test confirmed the diagnosis of HIV infection.
CASE REPORTS
During 2015, three patients had presented to the Dermatology out-patient service at our medical college teaching hospital at Moradabad with severe fulminant cutaneous psoriatic lesions. All three patients were males in their fourth decade of life. All of them gave a history of promiscuity and intravenous drug abuse. They had also complained of excruciating retrosternal pain, stabbing in character, that worsened on food intake, nausea and retching and were not able to eat or even drink any fluid suggestive of oesophagitis. Salient physical examination findings are shown in (Figures 1,  2 , and 3). All three patients were diagnosed to have extensive fulminant cutaneous psoriasis. Due to the extensive fulminant nature of dermatological lesions the patients were referred to Integrated Counselling and Testing Centre (ICTC) for serological testing for HIV infection as per National AIDS Control Organization (NACO) guidelines. 2 All the three patients had tested negative. As the clinical suspicion of HIV infection was very high, we then referred all the three patients to New Delhi for further testing. Out of the three, only two patients managed to get themselves tested at New Delhi with Western Blot test. Both these patients tested positive for HIV and were initiated on antiretroviral treatment (ART). Viral load in the these two patients was more than 5000 copies/mL.
The third patient succumbed to his illness before further testing could be performed. Before the initation of specific treatment for psoriasis could be undertaken, both the patients were lost to follow-up.
DISCUSSION
Eventhough there is no consensus regarding the definition of HIV-associated psoriasis, certain traits distinguish it from psoriasis seen in HIVseronegative immunocompetent individuals. These include, sudden onset, severe, extensive acral, involvement and recalcitrant nature. Most of the autoimmune diseases are driven by a Th1 cytokine profile and the same can be seen in the case of Psoriasis. Interferon- (IFN-) along with interleukin-17 (IL-17) orchestrates the initiat ion of the inflammatory reactions underlying the cascade of pathogene-sis of psoriasis ultimately leading to the various histopathological changes seen in a psoriatic lesion. 3 A theory postulated to explain the appearance of Psoriasis for the first time in previously non-psoriatic patients involves the surface protein gp120 of the HIV. It was postulated that gp120 acts as a superantigen the same way as the infective organisms as mentioned above leading to keratinocyte expression of HLA-DR but this theory requires further research as no concrete evidence is available to back this hypothesis. 3, 4 HIVassociated psoriasis is more severe and this is thought to be because of weakened immunosuppression. Risk of psoriasis has been observed to be nine-fold greater in HIVseropositive persons with a CD4+ Tlymphocyte count less than 200/mm [3] [4] [5] 6 Thus, HIV-associated psoriasis is considered to be paradoxical as well as a marker of immune suppression.
In comparison to immunocompetent individuals, psoriasis in patients with HIV responds poorly to treatment and is associated with a higher rate of morbidity. The specific treatment of HIV-associated psoriasis depends on the severity of the disease. In mild cases 
